Patient 2 65-year-old male working in a pressing plant Plaques on X-ray evaluation, COPD (chronic obstructive pulmonary disease), wedge excision on the right for round foci, suspicion of TB (tuberculosis). Patient 6 70-year-old male, joiner at shipyard Fibrosis on X-ray evaluation, hyaline pleural plaques, wedge resection for round foci, autopsy after multiple focal pneumonias and cardiac failure although a year ago pulmonary function parameters had been at the high end of the normal range.
Diagnosis at surgery: multiple intrapulmonary lymph nodes with focal pulpal hyperplasia and increased dust storing, residual paranodal lung tissue showing subpleural transformation, in part essentially preserved alveolar septal structure, but with distinct connective tissue widening of the septa in the reticular architecture, in parts associated with initial honeycombing, peribronchiolar dense lymphocyte and lymphofollicular infiltrates, in the alveoli plenty of activated macrophages with focal iron deposits, pulmonary arteries with fibromuscular wall thickening and initial plexiform vascular lesions, in some instances asbestos bodies in the parabronchiolar connective tissue septa, hyaline pleural plaques Comment: Correlating with unexplained round foci: intrapulmonary lymph nodes; interstitial lung disease shows an overlap pattern commensurate with NSIP (non-specific interstitial pneumonitis) of the fibrotic subtype with hints of an UIP (usual interstitial pneumonia)/ honeycombing, with the combination of the lymphocyte/lymphofollicular component and the vascular lesions suggesting an autoimmune disease. Since findings -including the presence of asbestos bodies -indicate much more than fibrosis of respiratory bronchioles, they do no longer correspond to a grade I asbestosis, and neither the NSIP nor the lymphocyte/ inflammatory component are characteristic of an asbestosis of a higher grade. Thus a multietiological clinical picture with an asbestos-dependent and an asbestos-independent component is to be postulated, and it is safe to say that asbestos must be seen as essentially co-responsible and possibly directing the course of deterioration. Lung dust analysis per gram of wet lung tissue: Sample 1: 605 asbestos bodies Sample 2: 49 asbestos bodies per gram of lung tissue Autopsy findings (time interval between tissue samplings: 6 years): immunological component declining in favour of marked progressive fibrosis; now reticular connective tissue widening of alveolar septa adjacent to terminal honeycomb air spaces with high-grade epithelial transformation, bronchiolisation and cuboid metaplasias, also evidence of asbestos bodies in the septa associated by granulocyte/inflammatory infiltrates, subpleural fibrosis and pleural fibrosis.
Comment: Again, no classical isolated minimal asbestosis present. Considering the course of the pathology, it can be postulated that the potential autoimmune disease was "searing" and the asbestos-associated fibrogenic effect took the foreground. Patient 12 82-year-old male, plumber, insulator in power plant, waiter Plaques on X-ray evaluation, no asbestosis, pulmonary function tests at first revealed a restrictive ventilation disorder without an obstructive component, increasing heart failure with resulting compromised respiration, coronary heart disease with bypass surgery and biologic aortic valve replacement, autopsy for relapsing cardiac decompensation in the presence of the severe heart condition Diagnosis from BAL: BAL with high cell content with partially activated alveolar macrophages, mucus substances with granulocyte agglutination, asbestos bodies Lung dust analysis per mL BAL: Sample 1: 10.3 asbestos bodies and 0.14 structures with non-identifiable core fibre Autopsy findings (time interval between samplings: 8 years): complex lung pathology, bilateral focal round atelectases and plate atelectases as well as rounded atelectases, with lower lobe preference, recurrent pleurisy, pleural thickening, partial lung encasement, hyaline pleural plaques of up to 10 cm in size, grade I asbestosis, no heart failure cells, additional work load on right heart and aggravation of the pulmo-cardiac congestion due to asbestosis 
